first introduced in 1840 by Piorry and L'Heritier, its true nature was disclosed by the work of Widal and Javal (1903) . Bright, as Bright (1831) workers in different countries have found a constant chemical change, namely, an enormous increase of urea in the blood and tissues in' all cases suffering from ursemia. Naturally, it captured the imagination of every one and was considered to be the cause of ursemia. Experimental work was soon started and as a result doubts were cast upon this popular urea-retention theory.
It was soon found that urea was a fairly non-toxic material which, when injected into dogs intravenously in large quantities, produced no symptoms except polyuria. As an alternative it was therefore suggested that the intermediate precursors of urea, ammonium carbonate or carbamate were the serological factors. This idea had also to be given up in view of the fact that no appreciable rise of ammonia could be detected in the blood of ursemic patients. The detection at autopsy of cerebral cedema, either localized or generalized, with increase in the cerebro-spinal fluid led Traube (1871) to propose that ursemic symptoms were probably due to this mechanical cause. Although it does not explain all cases of ursemia, it may be responsible in those cases of acute ursemia showing convulsions and coma. Attention was also [Sept., 1940 turned to the products of intestinal putrefaction such as phenols and aromatic oxyacids, which are highly toxic and which are found in the blood and cerebro-spinal fluid of uraemic patients in concentrations varying with the intensity of symptoms. Moreover, it has been pointed out by Volhard and Becher (1929) [Sept., 1940 [Sept., 1940 [Sept., 1940 [Sept., 1940 
